throughout the concentration range tested, on the number of anti-TNP plasma cells generated per culture. This result was obtained using splenocytes either from well-nourished or from malnourished mice, and using both optimal and suboptimal numbers of TNP\x=req-\ BA. On the basis of the present results and a reinterpretation of previous published work, it is concluded that the influence of T3 supplements on splenic antibody responses in vivo is mediated indirectly. Direct influences of T3 on the T-independent antibody response, if such occur, must be maximized by subphysiological levels of the hormone. Berczi 1986) . In this laboratory, consistent enhancement of antibody responses has been ob¬ tained by giving T3 supplements to weanling mice malnourished so as to induce wasting and immunodepression (Filteau et al. 1987a,b) . These influ¬ ences in vivo could be exerted directly on the lym¬ phocytes or accessory cells involved in the im¬ mune response, or could be mediated indirectly.
Direct effects on immunocyte activity should be discernible through in vitro studies, but contro¬ versy exists as to the influence of thyroid hor¬ mone supplements on in vitro antibody responses. Enhancement in a thymus (T)-dependent re¬ sponse (Chen 1980) and in a T-independent re¬ sponse (Paavonen 1982 (Chen 1980; Paavonen 1982) , they were modest at best and statistical analyses either were not specified (Chen 1980) or suffered from indiscriminate application of the Student's /-test (Paavonen 1982 (Figs. 1 and 2 ) and also more than the supoptimal level of 104 organisms per culture (Fig. 2) (Kvetny 1986 (Pardridge 1983) , whereas the entire bound pool is available in vitro according to the 'free inter¬ mediate' model of protein-bound ligand transport (cf. Pardridge 1983). The normal serum T3 level in our experimental animals is about 2 x IO"9 mol/1 (Filteau & Woodward 1987) . Consequently the physiological range of T3 concentrations is represented, in the present investigation, by the supplementation level of IO"9 mol/1, and T3 con¬ centrations ranged from about 30% of normal to several orders of magnitude above normal. If, therefore, T3 exerts any direct influences on the T-independent antibody response these must be maximized by a subphysiological level of hormone not exceeding the concentration in the unsupplemented medium of the present study (3 x 10"10 mol/1). This matter could be investigated using serum-free media which can permit discernment of hormonal influences that are masked by serumcontaining culture fluids (Krco et al. 1986 ).
It Overall, therefore, an indirect mechanism is implicated in the stimulant action of T3 supple¬ ments previously reported (Filteau et al. 1987a ) on the T-independent antibody response in vivo. The identity of such a mechanism remains to be determined.
